INTRODUCTION
Inteins are intervening protein sequences embedded in precursor proteins and catalyze a protein-splicing reaction that excises the intein and joins the flanking sequences (N-and Cexteins) with a peptide bond (1) (2) (3) (4) . Inteins and intein-like sequences have been found in various host proteins in bacteria, archaea, and eukaryotes (5, 6) . A typical intein is approximately 400-aa long and has two structural domains, with its N-and C-terminal parts forming the protein splicing domain and its middle part forming the endonuclease domain (7, 8) . The protein splicing function ensures self-removal of intein from the host protein, and the endonuclease function initiates a intein homing (gene conversion) process and promotes maintenance and spread of the intein coding sequence (9) (10) (11) . Inteins appear similar in overall structure and splicing mechanism, although they generally show low levels of sequence conservation (12) (13) (14) .
Group II introns have properties of both catalytic RNAs and retroelements and are presumed progenitors of eukaryotic nuclear splicesomal introns (15) (16) (17) (18) (19) . But unlike splicesomal introns that are abundant in protein-coding genes, bacterial group II introns are strongly excluded from protein-coding genes outside mobile DNA (20,21). Group II intron RNAs fold into a conserved structure with six domains, and most bacterial group II introns also encode a reversetranscriptase-like (RTL) 1 protein involved in intron mobility (22) . Group II intron mobility includes efficient retrohoming (site-specific insertion) into homologous intron-less allele and less frequent retrotransposition into non-cognate sites (23, 24 were carried out using anti-thioredoxin antibody (Invitrogen) and the Enhanced ChemiLuminescence detection kit (ECL). Intensity of protein band was estimated using a gel documentation system (Gel Doc 1000 coupled with Molecular Analyst software, Bio-Rad). RIR and by sequence comparison to known introns. Each intron can be folded into a typical secondary structure of group II intron, which includes the six helical domains and the exonbinding sequences. Predicted secondary structure of the T.er.I2 intron is shown in Figure 4A .
RESULTS

Identification of
The T.er.I3 and T.er.I4 introns are very similar to the previously identified T.er.I1 intron both in sequence ( Figure 4B ) and in predicted secondary structure (not shown 
DISCUSSION
The Trichodesmium erythraeum RIR gene was found to encode four inteins and three group II introns, which predicts three RNA splicing events followed by four protein splicing events in producing the mature ribonucleotide reductase (Figure 1 
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